SUMMARY A 62-year-old woman presented with acute angle closure glaucoma. After a poor response to conventional treatment the presenting signs were re-evaluated and a diagnosis of pseudotumour of the orbit was made. Treatment with oral steroids resolved both the glaucoma and the orbital pseudotumour. The presumed pathogenesis and literature are reviewed.
A secondary rise in intraocular pressure may have both ocular and orbital causes. Open angle glaucoma secondary to elevated episcleral venous pressure may result from orbital processes such as thyroid disease, pseudotumour, arterovenous malformation, and variess' Secondary angle closure glaucoma can follow central retinal vein occlusion,2 buckling procedures3 with reactive lymphoid hyperplasia,4 posterior scleritis,5 and in association with acquired immune deficiency syndrome (AIDS). 6 We describe here a case of orbital pseudotumour that presented with acute angle closure glaucoma. Both the pseudotumour and the glaucoma resolved with systemic steroid treatment.
Case history
A 62-year-old white woman presented with a oneweek history of right periorbital pain. There was no previous ocular history. She Acute angle closureglaucoma precipitated by orbitalpseudotumour A trial of pilocarpine, acetazolamide, and glycerol lowered the pressure only transiently, and over the next 24 hours her condition deteriorated. Right exophthalmos of 4-5 mm developed, the chemosis became severe, and the extraocular movement became markedly restricted. There was resistance to retropulsion of the globe, but no mass was palpated. The anterior chamber shallowed to 1-6 mm, and fundus examination revealed a few choroidal folds near the macula.
The erythrocyte sedimentation rate (ESR) was 103 mm/h and the leucocytes 13 x 101 1 (90% polymorphonuclear). The blood sugar was mildly raised at 172 mg/100 ml (9-5 mmol/l). Other laboratory data including thyroxin levels were normal. CT scanning done on the same day showed thickened sclera and enhanced retrobulbar soft tissue on the right side (Figs. 1, 2) . The left side was normal.
The patient was started on 60 mg prednisone orally with cimetidine. Within six hours there was a dramatic clinical improvement. The pain, swelling, and chemosis decreased markedly. The extraocular movements became normal. The anterior chamber deepened to 2-1 mm, the intraocular pressure dropped to 15 mm, and the angle opened to grade III for 2700; the nasal quadrant was sealed by peripheral anterior synechiae.
On discharge from hospital her visual acuity in the right eye was 6/9+ (20/30+) and intraocular pressure was 15 mmHg. There was no exophthalmos, chemosis, or restricted ocular movements. The~~~~~~~~~. steroid dose was gradually tapered. The patient has remained asymptomatic for 18 months. Repeated CT scans showed a normal globe and orbit (Fig. 3) .
Discussion
Orbital pseudotumour can affect men and women at any age, though middle age is most usual. Pain and proptosis are the commonest features. Glaucoma occasionally occurs and is usually caused by raised episcleral venous pressure. The diagnosis of pseudotumour of the orbit can be reliably confirmed by CT scan, and the response to steroids is usually prompt. L Zborowski-Gutman, I Gutman, V Chen, M Sharir, and G Findler Uveal pseudotumour or reactive lymphoid hyperplasia without orbital involvement has been described.47 In the case described by Gass4 angle closure developed, and engorged ciliary processes were visible through the pupil. Similarly Quinlan and Hitchings' described three cases of angle closure glaucoma with posterior scleritis and choroidal effusions. Their cases responded to treatment with systemic oxyphenbutazone and cyclopentolate drops. In the present case ciliary processes were not observed, and the fundus was fairly normal. Harris and Rice8 described a woman with a cavernous sinus carotid fistula who developed angle closure glaucoma. The glaucoma responded to conventional therapy. They suggested that generalised orbital venous engorgement caused uveal engorgement and compression of the anterior segment.
We believe the present case to be the first description of orbital pseudotumour precipitating angle closure glaucoma. The pathogenesis was probably similar to the case of Harris and Rice-that is, orbital congestion causing relative obstruction of the vortex veins. The swelling of the uvea pushed the iris-lens diaphragm forward, shallowing the chamber and closing the angle. Unlike the case of Harris and Rice our patient did not respond to pilocarpine but rather to treatment of the underlying condition (pseudotumour) with steroids. Pilocarpine may have further exacerbated the situation by inducing forward movement of the ciliary body. In contrast, cyclopentolate drops might have been useful until the improvement of the orbital congestion by the steroids.
In our patient the contralateral eye had a slightly narrow entrance to the angle recess. We can assume that the affected eye had a similar appearance before the onset of the pseudotumour. 
